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Biological function of glutaredoxin 1 and its research progress in diseases
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[Abstract] Glutaredoxin 1 (Grx1),a thiol-disulfide oxidoreductase, which regulates protein function by
reversing S-glutathionylation of protein,exerts several actions,such as regulating oxidative stress,apoptosis,
inflammation. Grx1 plays a role in many human diseases,such as neurodegenerative diseases,respiratory tract
disease,cardiovascular diseases,and oculopathy,which may be a potential therapeutic target for diseases such
as Parkinson’s disease,pneumonia,atherosclerosis and cataracts. This paper reviewed the biological function of
Grx1,its role and mechanism in related diseases,and provided new ideas for the treatment of these diseases.
Anti-oxidative stress; Anti-apoptosis
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